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Preface 


The Second Worluhop on Environmental 
Tobacco Smoke with particular reference to 
effects and exposure levels was held in Geneva, 
Switzerland, March 15-17* 1983. 

The workshop was organized by Ragnar 
Rylandei M. D, University of Gothenburg, 
Sweden, and University of Geneva, Swioer* 
land, together with Yvonne Peterson and 
Mahc-Qaift Snella, research assistants and 
Isabelle Gourdon. It wu supported by a grant 
from the Tobacco Institute, Washington D. C. 
to the University of Geneva. The symbol for 
the ‘irorlahop was designed bv Antne Cstry. 
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3.6. The effect of environmental tobacco smoke 
in two urban communities in the west of 
Scotland 


NOTICE 
All material! m*y bi 
Protected by copyright 
few (Title 17m Coda). 


Charles R. Gilul David J. Holt, Victor M. Havthorne and Peter Botle 


introduction 

The question of whether environmental 
tobacco smoke (ET5) can damage health has 
not yet been clearly answered. It ii known that 
• lighted cigarette emits more sidestream 
smoke than mainstream and that the smoke 
available for involuntary inhalation contain* 
substantial amounts of carbon monoxide, tar, 
nicotine, benro(a)pyrene and other carci¬ 
nogens, and oxides of nitrogen (1). 

Studies from Japan (2Vand Greece (3) have 
suggested that non-amoking wive* of heavy 
amoken have a rwo-fold increased risk oflung 
cancel when corr mred with non-smoking 
wives of non-smokers. In contrast, analysis of 
data from the prospective study of the Ame¬ 
rican Cancer Society volunteers (4) has sug¬ 
gested that very little, if any, increased risk of 
lung cancer exists when non-smoking women 
married to smoking husbands and non- 
smokers married to non-smoking husbands are 
compared. 

The present study has been carried out in a 
defined population group in an area of high 
incidence (5) of lung cancer with a precisely 
defined population Kse. It reports lung cancer 
data on both males and females. 


MATERIALS AND METHODS 

The study comprises 16,171 apparently healthy 
individuals aged between 45 and 64, resident 
in Renfrew and Paisley, two urban areas in the 
West of Scotland. They took part in a multi- 
phasic screening survey for cardiorespiratory 
disease between 1972 and 1976. This repre¬ 
sented a response rate of 80 H of those ran¬ 
domly sampled from the resident population. 
Details ot this survey have been described by 
VMH (6), Information on each respondent'* 
smoking habits and their experience of tymp- 
toms of respiratory and cardiovascular disease 
were collected using a self-completed ques¬ 
tionnaire, carefully checked at the time of 
attendance at the screening unit. 

The diagnosis of cancer in each individual 
has been checked in the West of Scotland 
Cancer Registry and follow up for mortality 
carried out by record linkage (7) with data from 
the Registrar General for Scotland. Follow up 
it complete until 31 December 1982. 

As members of the same household attended 
the screening unit, it was possible to identify 
smoking and non-smoking partners of amoken 
and non-smokers. These were allocated to 
categories defined to as to represent an 
increasing measure of tobacco exposure. 
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TABLE I. Nwmhr mtd §f mdmdmmt by 

Nmmkr tf V—Vnifr «tmb| «- 16,ITT 

Nmwkw mda p mtm mbip t xrmmd — /, I2t ( rr m mk m maktdk 4) 


Category 

Male 

N % 

Femsk 

N % 

Control* 

'317 

117 

313 

119 

ETS exposure 

310 

7.6 

13W 

34.3 

Smoking 

1393 

34.3 

310 

7.6 

Smoking + ETS exposure 

1145 

43.4 

1134 

45.2 .. 

TotxJ 

4067 

100 

4061 

100 


TABLE 1 At pr t mim* if mij-npmd mptrmtmy j jmp t m m ky Ar «—r ifiilmdm md£mp. 

Uskt 


Respiratory 

symptom 

Control* 

ETS 

exposure 

Smoking 

Smoking 
▼ ETS 
exposure 

Infected rpit 

3.3 

4.2 

11.1 

115 

Pcnisttnt spit 

MU 

U.i* 

33.9 

33.6 

Dyspnoea 

7.4 

11.* • 

14.0 

15.4 

Hypersecretion 

7.2 

11 . 9 * 

20.6 

21.6 

Number of individual* 

317 

310 

1395 

1643 


• P **Jue < 0.03 fof comparison of control and ETS exposure group 


TABLE 3. At » —« W i W pmmlt mn */ Wfrr^W roptr+nrj rympfm by A* twmi 9$tit with* tatb jymp 

Ftmits 


Respiratory 

aymprom 

Controls 

ETS 

exposure 

Smoking 

Smoking 
+ ETS 
exposure 

Infected ap»t 

11 

18 

10.0 

9.1 

Persistent spit 

63 

7.2 

23.9 

23.1 

Dyspnoea 

9.7 

14.7»* 

16.2 

18.3 

Hypcnccretion 

J9 

4.8 

17,u 

17.1 

Number of individuals 

523 

1394 

310 

1834 


•*P value < 0.01 for companion or control and ETS exposure group 
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t. Control— an individual who does not 
moke tad who live* at the seme tddms as 
toother individual who does not smoke. 

2. ETS exposed—an individual who does not 
moke but who lives tt the seme addrtw is 
toother inu *idual who does smoke. 

3. Smoker—tn individual who is t smoker or 
who his given up smoking up to five yean 
ago but who lives tt the same tddress as tn 
Individual who does not smoke. 

4. Smoker and ET5 exposed—in individui 
who is or who his been t smoker up to five 
ytan ago tad who lives tt the stmt tddress 
ts in individui] who tlso smokes. 

. All individuals in these categories were sged 
45-64 st the time of the rirvey. Ex-smokers 
who htd given up smoking for five year* or 
more have been excluded from this analysis. 

XKUtTS 

The number of males ind females in each of 
the categories defined above is shown in Tablfc 
1. 97.6 % of the pairings were msle/female 
partnerships. 

The prevalence of aelf*reported respiratory 
symptoms (6) found at the survey is shown for 
each category for males in Table 2 and for 


females in Table 3. For each measure, infected 
spit, persistent spit, dyspnoea and hypersecre¬ 
tion tn increasing dose response relationship 
was evident in males. Tj»c prevalence of these 
four symptoms was slightly higher in the 
exposed to ETS than tn the controls. This 
observation was consistent in both males and 
females. 

The prevalence of cardiovascular symptoms 
found at the time of the surrey is shown in 
Table 4. In females angina and ECG abnorma¬ 
lities (6) were slightly mote common in the 
group exposed to ETS than In the controls, 
although the magnitude of the differences was 
small The reverse trend was shown for 
males. 

Male mortality for the different categories is 
shown in Table 5. A doac-rcsponae relation¬ 
ship was found for lung cancer rising from a 
rate of 4 per 10,000 for the control group to 13 
per 10,000 for the group exposed to ETS to 22 
per 10,000 for the smoking group and 24 per 
10,000 for the smoking group also expoaed to 
ETS. The rates for other smoking related 
cancers tnd for smoking relsied diseases (8) did 
not show a difference berween the control and 
groups exposed to ETS except for the rate for 
myocardial infarction (1CD410) which was 


TABLE 4. Aft tl*aU*riiM*4 prvmltntt mf tmritmmrulm rymptem tmtopry 

Ptr tmt §f mil mtin *mti grmp 


Cardiovascular 

.symptom 

Control i 

ETS 

exposure 

Smoking 

Smoking 
+ ETS 
exposure 

Mmht: 

Angina 

6.6 

6.4 

9.6 

12.3 

Major ECG abnormality 

1.4 

1.3 

2.0 

2.2 

Ftmmitt 

Angina 

4.2 

53 

54 

6.1 

Mijoi ECG abnormality 

0.4 

0.6 

0.6 

as 
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TABLES. Ammtl+rnm, 

£mdmi mmtaHty mm pm 10,000 by ■»% a 

IT?** 






Smoking 

Canm of 


ns 


+ ETS 

rtrarh 

Coo trots 

upcout 


opemrm 

Aac _ 


to 

1M 

154 

Laagea 

4(2) 

13(4) 

22(30) 

»(44) 

OberCa 

«(«) 

4(2) 

W4) 

22(41) 


3U»6) 

45(14) 

**$4) 

*4(*4) 

IHD (411-4) 

4(2) 

0(0) 

11(13) 

14(25) 

CVD 

10(5) 

3(1) 

12(1*0 

14(29) 

Others 

31(16; 

23(7) 

27(38) 

55(64) 

Smoking mitred 

75(39) 

77(24) 

t40(l95) 

134(247) 

Noo-amoking related 

16(8) 

13(4) 

17(23) 

22(40) 

Total b umbei of deaths 

47 

28 

218 

287 

Figures in parenthesis are 

the numbers of deaths 





TABLE 6 . Xmm/ ^ umUsrdn*d mmuiity m to pm 10,000 by twmkjni umjmy FtmmUs 

Cause of 
deaths 

Controls 

ETS 

exposure 

Smoking 

Smoking 
+ ETS 
expo* urn 

All causes 

40 

58 

17 

77 

Lung Ca 

4(2) 

4(6): 

7(2) 

8 (11) 

Other Ca 

19(10) 

24(33) 

26(6) 

22(40) 

Ml (410) 


12(17) 

19(6) 

21(39) 

IHD (411-4); 

m 

K2) 

3(1) 

2(4) 

CVD 

2 (1) 

♦(3) 

7(2) 

906) 

Others 

12 (6) 

13(18) 

26(8) 

17(31) 

Smoking related 

13(8) 

30(42) 

55(17) 

52(96) 

Non-smoking related 

23(12): 

27(37) 

36(11) 

24(44) 

Total number of deaths 

21 

tl 

27 

141 

Figures in parenthesis are the numbers of deaths 


TABLE 7. Prrtmugt vmkiq IS m m 

art tqmwtm pm 4sy 







Smoking 



ETS 


+ ETS 


Controls 

exposure 

Smoking 

eiporure 

Males 

0 

0 

41.8 

57.3 

Females 

0 

0 

46.5 

33.4 
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slightly higher in the group exposed to ET5 smoken for five yean or more were also 
thin in the controls. excluded from the analysis. Aj there is still 

Femilc mortality is shown in Title 6, All doubt whether these groups account for the 
causes mortality is higher in the group exposed tocil discrepancy, given in ini till response rite 

to ETS thin in the controls. This nt not the of 80 K, the tuthors require to continue their 
esse for lung oncer although mortality from investigition of this tppircnt discr ep ancy. 
myoctrdiiJ infarction was higher in the group This study has unique features which allow 
exposed to ETS when compared with the con- even preliminary results to be of interest, 
trols. These are: 

Division of alt diseases into those considered 

•moking and non-smoking relsted (8) pro- I. The study has been carried out in an area 
duced a higher rare in the group to with the highest national incidence rate of 

ETS when compared with controls. tong cancer recorded (5). 

On account of the apparently unusual reli- 2* It is a prospective cohort study carried out 
tionship between lung cancer riak and tobacco to • geographically defined population 
consumption in the West of Scotland (9) the whose mem ben are homogeneous by social 
amount smoked by individuals in the defined class and ethnic group, 
categories is shown in Tsble 7. In the smoking 3. Other reports (2, 3, 4) concentrate on 
group also exposed to ETS 57.3 H of males and females. This study includes both sexes. 
53.4 H of females smoked more than 15 cigt- *. N© questions concerning exposure to ETS 
reties per day. This compares with 41J H of were asked, thus avoiding the bias inherent 
males and 45.5 H of females in the smoking to self-reported assessments of partnenhip 
group. doaage. 

Given the strength of the epidemiological 
DtscutsiON association between cigarette smoking and 

lung cancer, It b this disease rather than 
Insufficient rime has elapsed since the comple- ischaemic heart disease that would be first to 

tion of the recruitment phase of this study appear in excess in the cohort if s dose response 

(1976) for sufficient numbers, either of inci- relationship existed, especially as the respon¬ 
dent cases of cancer or of other diseases, to dents were all apparently healthy at the time of 

allow firm conclusions to be based on the screening, 

results. The results have been expressed as In maka, the cases of lung cancer occurring 
annual age standardised rates per 10,000, as the Jp non-smokers were found more frequently la 
tout number of incident cases and the number fthote exposed to ETS (4/3l0)jkan In the con- 
of deaths is small in the control and ETS expo- £Ptrqfo r 2/517) (Table 5). No dose-response rela- 
sure groups (Tables 5, 6). rionship was apparent in females for lung 

The results relate to only 8,128 of the 16,171 eancer deaths though an effect was present 

individuals who attended the multi-phasic when all smoking related (8) deaths including 
screening unit (50 H), Some of this discrepancy deaths from myocardial infarction were taken 

can be accounted for by those living alone, into account (Table 6). 

those living with t partner ourwith the age These findings may be supported to an 
range, and those living with a partner who has extent by the dose-response relationship that 

not attended Those who have been ex- exisr* for self-reporred respiratory symptoms 



Source: https://www.industrydocuments.ucsf.edu/docs/sjyx0000 


2023382228 




126 


(Table* 2, 3), all of which art more frequently 
reported in the group exposed to ETS than in 
the contro l* and four of which achieve rexrij- 
tied ti gmficancc- 

The number of deaths in the control and 
ETS exposure group* is very mall and may 
explain the lack of an apparent dose-respoose 
in females However, a* the reiadvt risk for 
bag cancer for active moken is orach higher 
in make than females it may be too early to 
expect many females in the ETS exposure 
group to be affected. This would also apply to 
male as well as female deaths from myocardial 
infarction. 

Occupation has not been taken into account 
in this analysis, as its effect on lung cancer risk 
in non-smokers is thought to be marginal (4, 

W). 

The West of Scotland is a valuable area to 
continue examination of the effect of ETS on 
account of the relatively high rate of lung 
cancer in non-smokers snd the fltneningof the 
dose-response relationship above an average 
consumption of 20 cigiretres per day (9), 

In conclusion, the clear dose-response rela¬ 
tionship with lung cancer observed in males 
exposed to ETS supports observations from 
previous studies. Although the number of 
deaths on which the current analysis is based is 
small. The nature of the finding? makes conti¬ 
nuation of this srucy important. 


aeriatNCEs 

1 . US Department of Health. Education and Wel¬ 
fare. Smoking and Health: A report of the Sur¬ 
geon General, Washington, DC: US Public 
Health Service 1979. 


2. Hirayama T. Non-smoking wives of heavy 
smokers have a higher risk of hug cancer: a 
wady from Japan. Br Med J mi; 2*2:1*3- 

ias. 

X Tnchopouk* D. JUWidi A. Spams L, 
McMahon & Long Cancer end hsLvt 
Smoking, lot J Cancer 19*1: T7:M. 

4. Garfinkel L Tunc t re ad s in hug cancer mor¬ 
tality among aoo-emokm and s nett on paarire 
smoking J nan Cancer tan tftlt foitWl- 
1066. 

X GUlis C L Boyle P, Hok D, J, Grehem A- 
Cancer incidence In UK, ScocUad Waff 197V 
1977. h Waterhouse J, Muir C 7h i n megs 
runam K, Powell J (Eds), Cancer i nci d en c e in 
five continents. Volume TV, Lyon, LARC Scien¬ 
tific Publications No <2, 19*2. 

X Hawthorne V. M, Greaves D. A, B unn D. G. 
Blood pressure in i Scottish town. Br Mad J 
1974 : 269:600-603. 

7. Hok D, J, Dark* J. A, Hawthorne V. M, Mur* 
doch K M- Cohort follow-up using computer 
linkage with routinely collected data. J chron 
DU 19*1; 34:291-297. 

*. Doll R, Pero K Mortality in relation to 
smoking; 20 years observations in male British 
doctors. Br Med J t9?6: 273:1325-1536. 

9, Gillu C K Hole D.J, Hawthorne V. M, Boyls 
P. Mile lung cancer and ciprent smoking In 
the West of Scotland (submitted). 

10. Fnedinan G. Dj Petitti D. B, Bawol R. D. Pre¬ 
valence and correlates of passive smoking. Am J 
publ HltH 10B3 73-401-405 

M. Office of Census and Surveyv Occupational 
monaliry: Thj Registrar Generali decennial 
supplement for England and Wales. 1970-72. 
London: HMSD 197$. 


Charles R. Gilhs 

Greater Glasgow Health Board 

West of Scotland Cancer Surveillance Unit 

Xuchill Hospital 

Glasgow. G20 9NB. SCOTLAND. 


Source: https://www.industrydocuments.ucsf.edu/docs/sjyx0000 


2023382230 



